Early diagnosis and management of cerebral edema in acute liver failure is important to reduce neurological complication and mortality. Ammonia-induced astrocyte swelling and increased blood brain barrier permeability via transmembrane dysfunction are major mechanisms of cerebral edema in acute liver failure. Conventional therapy can be used to lower intracranial pressure. In addition, various treatment options are available to reduce serum ammonia level. Herein, we described the pathophysiology, monitoring, and management of cerebral edema in acute liver failure. 
별아교세포의 팽윤으로 인한 세포독성 부종
Under normal circumstances, the first peak is related to myocardial contractility and the second peak is produced by the distensibility of the arterial wall (asterisk indicates diastolic vascular recoil). As intracranial pressure increases, peak systolic velocity increases and wave becomes sharpened due to external compression of the artery. The second peak becomes reduced due to the reduced compliance of the artery and finally disappeared (loss of Windkessel effect).
2. Transcranial doppler waveform of middle cerebral artery from a patient with acute liver failure. Under n tances, the first peak is related to myocardial contractility and the second peak is produced by the disten wall (asterisk indicates diastolic vascular recoil). As intracranial pressure increases, peak systolic velocity in ecomes sharpened due to external compression of the artery. The second peak becomes reduced due to nce of the artery and finally disappeared (loss of Windkessel effect). 
